Gastric mucosal abnormalities resulting from portal hypertension are defined as "congestive gastropathy". A case of congestive gastropathy with unusual features, in a 63 year old man with a history of excessive alcohol intake and cirrhosis, is described. The patient underwent a subtotal gastrectomy because of profuse bleeding from a gastric ulcer, providing a large surgical specimen for examination. Unusual gross and histological findings included prominent arterial intimal hyperplasia, and diffuse duplication and focal fragmentation of the internal lamina elastica. The differential diagnosis of this condition includes primary angiodysplastic gastropathy such as Dieulafoy's disease. The similarity with Dieulafoy-like angiodysplasia emphasises that clear cut criteria to define gastric vascular lesions do not yet exist. (7 Clin Pathol 1997;50:350-358) Keywords: congestive gastropathy; cirrhosis; primary angiodysplasia sia, arteriovenous malformation, haemangioma or angioma.'
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We report a case of congestive gastropathy in a patient with portal hypertension focusing on the histopathological aspects of a long standing disease.
Case report A 63 year old man, with a long history of excessive alcohol intake and with symptomatic cirrhosis, was admitted urgently to our institution suffering from haematemesis and melaena. At admission, his haemoglobin concentration was 69 g/l, red blood cell count 2200 x 109/l, packed cell volume 0.2, mean cell volume 91.3 p3, white blood cell count 8 .82 x I09/l, and platelet count 68 000 per litre. The gastroscopy, urgently performed, disclosed an ulcer (1.5 cm in diameter) on the posterior wall of the stomach. After three days, owing to a second episode of haematemesis, the patient was transferred urgently to the surgical department. A further gastroscopy showed an active, profuse bleeding from the gastric ulcer prompting a subtotal gastrectomy. Congestive gastropathy and mucosal vasculopathy' are the terms currently used to define gastric mucosal abnormalities occurring in portal hypertension. The endoscopic appearance2 of this condition has been widely studied and the macroscopic mucosal changes have been categorised as fine pink speckling, superficial reddening, and, the most common, a mosaic or snake-skin pattern. The histological hallmark3 related to these endoscopic aspects is a prominent vascular ectasia in the lamina propria with an almost complete lack of inflammatory cells. In addition, submucosal extensive oedema, thickened arterioles and veins showing features of arterialisation have been described. 4 To the best of our knowledge, reports of the morphological patterns of vascular abnormalities in portal hypertension have been described only in The stomach measured 14.5 cm along the small curvature and 23 cm along the great curvature. The mucosa was brownish and widely haemorrhagic. On the posterior wall, in the distal part of the gastric body, there were four ulcers, ranging in diameter from 1.9 cm to 0.8 cm. One of the ulcers was sutured. Close to the proximal resection margin, on the anterior wall, there was an area (3.5 cm in diameter) of greyish mucosa and haemorrhagic speckles. All of the ulcers along the above mentioned area were sampled. The specimens were fixed in 10% buffered formalin and paraffin embedded; 2 gm sections were stained with haematoxylin and eosin, van Gieson, and Masson's trichrome methods. Microscopic examination confirmed the presence of multiple acute ulcers; the surrounding mucosa showed features consistent with ischaemic damage, such as necrosis of the superficial and glandular epithelium, and haemorrhagic effusion in the lamina propria (fig 1) . The remaining mucosa showed chronic, -~~~~~~~~~~Q The submucosa showed marked oedema and vascular anomalies involving both the arteries and veins.
The arteries were enlarged and showed different stages of intimal hyperplasia up to a complete obliteration of the lumen with aspects of vascular neoformation ( fig 2) ; the internal lamina elastica was diffusely reduplicated and focally fragmented. The parietal muscle layer was hypertrophic and the fibres appeared intermingled with fibrous tissue (fig 3) .
The veins were also enlarged; some showed a circumscribed thickening with non-concentric muscularisation (fig 4) , and others, in absence of muscularisation, had a marked derangement of the structure, with fragmentation of the elastic fibres. The more the elastic fibres were dissociated, the less the muscularisation was prominent. All of these vascular abnormalities were present throughout the stomach, but more prominent in the ulcerated areas. Finally, the gastric muscle coat appeared somewhat reduced and focally interrupted by connective tissue.
Discussion
To date, the term "congestive gastropathy" has been used to identify a clinicopathological entity related to portal hypertension. On endoscopy, the features consistent with congestive gastropathy are quite well known and usually described as "mosaic pattern" or "snakeskin pattern". The histopathological findings, such as vascular ectasia in the lamina propria, submucosal oedema, thickened arterial wall, and arterialisation of the veins, have also been described, but only on bioptic fragments and in a relatively early stage of portal hypertension.
In our case, owing to the evaluation of a surgical specimen, we have been able to identify and describe the prominent parietal wall vascular abnormalities occurring in a long standing portal hypertension. Both veins and arteries were involved. The diffuse and conspicuous venous muscularisation is in keeping with a long standing portal hypertension. In the arteries, the prominent intimal hyperplasia with scattered oedema could be the expression _ v - Figure 3 Fibrous tissue within the parietal muscle layer. Figure 4 Vein showing non-concentric muscularisation.
group.bmj.com on January 19, 2018 -Published by http://jcp.bmj.com/ Downloaded from of the arterial involvement secondary to a long standing venous congestion, actually representing a more advanced stage of the disease. Indeed, the presence of fibrous tissue within the gastric muscle coat is likely to represent the dystrophic effect due to the vascular abnormalities.
The acute ulcers and the superficial mucosal necrosis could be an expression of either alcohol dependent toxicity or ischaemic damage secondary to the prominent vascular alterations. Features in keeping with the latter pathogenesis are mucosal atrophy, submucosa fibrosis, and the presence of fibrous tissue within the gastric muscle.
In addition, we noted the similarity of some arterial abnormalities-intimal hyperplasia up to total lumen obliteration, diffuse duplication, and focal fragmentation of the internal lamina elastica-with the arterial anomalies described in primary angiodysplasia such as Dieulafoy's disease.'" Nevertheless, in the present case the clinical presentation in a cirrhotic patient with portal hypertension was not in keeping with the hypothesis of a Dieulafoy-like angiodysplasia that usually occurs in middle aged and elderly men without any relevant family history, excessive alcohol or aspirin intake. In addition, in Dieulafoy's disease the mucosal ulcer, localised in the upper stomach, is usually single, small, and shallow, whereas in our case the ulcers were multiple and deep penetrating. Finally, the prominent muscularisation of the veins was the main histological feature supporting a late stage congestive gastropathy rather than an angiodysplasia.
In conclusion, our study focuses on the large spectrum of microscopical vascular alterations present in a late stage congestive gastropathy, of which, to the best of our knowledge, this is the first description. The similarity with Dieulafoy-like angiodysplasia emphasises that clear cut criteria to define gastric vascular lesions do not exist yet. 
